A 46-year-old female presented with decreased bilateral visual acuity due to an unruptured non-throm bosed giant aneurysm arising from the left internal carotid artery. After admission, acute thrombosis of the aneurysm occurred spontaneously. Her consciousness and visual acuity temporarily worsened. Seri al T<SUB>2</SUB>-weighted magnetic resonance (MR) imaging showed the size of the low intensity area near the orifice increased, and the aneurysm ruptured thereafter. Trapping of the aneurysm with a high-flow by pass was performed. Serial MR imaging findings clearly demonstrated the intraluminal structure of the thrombosed giant aneurysm. The aneurysm grew in size after thrombosis. The enlarging signal-void area on T<SUB>2</SUB>-weighted MR images were indicative of aneurysmal rupture. MR imaging is quite helpful to evaluate the changes of intraluminal thrombosis and size in giant aneurysms.
Introduction
Thrombosis of giant intracranial aneurysms is well known, 1,2,1-10) but neuroimaging of the course of thrombosis in the acute stage is rare. We present a case of acute thrombosis of a giant aneurysm fol lowed by serial magnetic resonance (MR) imaging.
Case Report
A 46-year-old female experienced decreased bilater al visual acuity in April 1995. She consulted a neu rosurgical clinic because of headache and nausea on July 23, 1995. Cerebral angiography showed an un ruptured non-thrombosed giant aneurysm arising from the left internal carotid artery, probably at the origin of the ophthalmic artery ( Fig. 1 left) . A balloon occlusion test of the left internal carotid artery showed the stump pressure decreased to 29 mmHg from 98 mmHg during 15 minutes occlusion. Single photon emission computed tomography with tech netium-99m-ethyl cysteinate dimer demonstrated an area of hypoperfusion in the territory of the left mid dle cerebral artery during the balloon occlusion. She (Fig. 1  right) . Serial T2-weighted images on September 5, 14, 19, and October 5 showed the size of the low inten sity area near the orifice had gradually increased (Fig. 2) . She suffered sudden onset of headache, nausea, and vomiting on October 6, 1995. CT show ed subarachnoid hemorrhage (SAH) in the basal cistern. An operation was performed on October 24, 1995. The aneurysm could not be obliterated directly because of intraluminal thrombosis and marked arteriosclerosis. A common carotid artery M2 bypass was introduced using a long saphenous vein graft, and the aneurysm was trapped and evacuated. 
Discussion
MR imaging of thrombosed giant aneurysms is well known. 2,1-',") An intraluminal laminated structure is frequently observed, and histological findings show that such a structure represents the thrombosed part of completely or even partially thrombosed giant aneurysms.') MR imaging is useful for evaluating whether an intraluminal blood flow remains.') In our case, T1-weighted imaging showed a iso to low heter ogeneous intensity area in the aneurysm lumen, and T2-weighted MR imaging revealed a high intensity streak-like flow artifact at the center of the aneu rysm. Angiography demonstrated a non-thrombosed giant carotid artery aneurysm (Fig. 1) . T2-weighted MR imaging in the acute stage after spontaneous thrombosis showed a homogeneous low intensity mass. Serial images showed the peripheral part became high intensity, which is consistent with Gomori's classification.') The size of the low inten sity area representing the flow void near the orifice increased, and SAH occurred subsequently (Figs. 2 and 3). Acute thrombosis followed by thrombolysis was important role in the clinical course of our case. We infer that this increase in size of the flow void on MR imaging is a warning sign of aneurysmal rup ture (Table 1) . Cerebral angiography is still required to discriminate between remaining blood flow from progressive thrombus formation, which may ap pears as complex chronological findings on MR im aging. 
